The diagnosis then, based on clinical, radiological, lipiodol, and bronchoscopic investigations, is one of generalized chronic bronchiolectasis with bronchiectasis at the left base.
(I am indebted to Dr. Stanley Melville and Mr. Ormerod for their help in connection with this case.)
Discussion.-Dr. WALTER CARR said that, if the history was correct, the changes in the lungs were probably due to a severe attack of measles, er whooping-cough, or both, in a possibly rachitic or delicate child, giving rise to a bronchopneumonia, which, as not uncommonly happened in such cases, became chronic and, by setting up fibrotic changes, led to the well-marked bronchiectasis at the left base and to much slighter changes at the right base. There might also be a little generalized fibrosis in the rest of the lungs, leading to some degree of bronchiolectasis.
Dr. H. V. MORLOCK said that he considered the bronLchiectasis at the left lower lobe to be of congenital origin, because the definite cystic appearance of the lesion as shown in the straight skiagram as well as in the lipiodol film was the type of lesion seen in congenital cases, and not seen in bronchiectasis following a definitely known inflammatory lesion.
By inducing an artificial pneumothorax and then inserting a thoracoscope, it would be possible to gain more evidence in favour of the contention that the lesion was congenital.
It was just as logical to argue that the attack of measles had been the beginning of the infection in a dry congenital bronchiectasis, as it was to maintain that it was the cause of the bronchiectasis. With regard to generalized bronchiolectasis Dr. Ellman had produced Ino evidence at all to support this diagnosis except a skiagram which could equally well be interpreted as showing a simple fibrosis.
Dr. PHILIP ELLMAN said that bronchiolectasis had been described in 1891 by W. J. Carr' and his paper was worthy of careful perusal. He certainly could not agree that such a radiographic picture, the interpretation of which was detailed above-and was the considered opinion of no less an authority than Dr. Stanley Melville-could be obtained in simple fibrosis. The condition was, however, compatible with bronchiolectasis associated with fibrosis, as Dr. Carr had pointed out. He hoped at some future meeting to show the lungs, following autopsy, which would of course give even more convincing proof of this rare condition, about which one could not be absolutely dogmatic.
Dr. Stanley Melville considered that many of the dilated bronchioles were filled with secretion, giving the appearances of arteries cut across, in fact a miliary appearance not unlike that of miliary tuberculosis-which, however, can definitely be dismissed in this case. On the whole, he agreed with Dr. Morlock that, despite the onset of trouble occurring after whooping-cough at the age of 4, the bronchiectasis was most likely congenital in origin. October 23.-Whole lung re-expanded (shown by X-rays and clinically).
Discussion.-Dr. H. V. MORLOCK said that in his experience in treating intrabronchial new growth with intrabronchial applications of radon it was not uncommon for the atelectatic lung to re-expand after the intrabronchial growth had diminished, but that in spite of this the course of the disease was practically unaltered.
Dr. PHILIP ELLMAN said that he bad had a similar case of carcinoma of the bronchus with atelectasis treated with deep X-ray therapy, following which the atelectasis bad cleared, leaving a small opacity in the lower lobe. This, however, as Dr. Morlock pointed out, did not necessarily mean that the condition had in any way improved, and the atelectasis was likely to recur. History of present illness.-Has always had a high colour, but nearly two years ago he first began to experience attacks of intense flushing, involvilng the face, trunk and legs. They are not associated with sweating, feeling hot, or with irritation of the skin, but are often accompanied by palpitations. During the attacks his skin is either a vivid scarlet all over, or mottled with white areas in between the red patches. The attacks bear a definite relationship to meals, often beginning before he has finished eating, and lasting half to three-quarters of an hour. Sometimes defeecation induces an attack. Attacks have been getting more frequent, lasting longer, with the colour more intense, up to the time of admission.
For the first three months he has noticed a feeling of fullness after meals; his stomach feels " blown out liks a football," and he gets a feeling of tightness in the epigastrium. This lasts about half an hour, and is relieved by belching or passing wind. He is always conscious of some abdominal discomfort, but it is aggravated by meals. His appetite is good and he eats well, but he feels sick in the mornings and does not fancy his breakfast. He has not vomited, but gets a good deal of flatulence, which tends to escape downwards. He has noticed increasing swelling of his abdomen for the past six months, and for nine months his ankles have become swollen during the day, although this has been less noticeable recently. The bowels are opened regularly. He has lost weight, but does not know how much.
State on admission.-Temperature 98. Pulse 80. Respiration 20. 29.9.33: Patient has a very flushed face, with multiple dilated venules and telangiectases. Arms rather red below elbows, marked redness on palms of hands. Thin and wasted, but abdomen swollen. Slight cedema of ankles.
Digestive system.-Mouth: tongue furred. Teeth false. Abdomen: shows gross uniform distension, while palpation and percussion confirm the presence of a considerable quantity of ascites. By dipping it is possible to feel a large irregular mass with hard knobbly surface, extending down from under the right costal margin, almost to the level of the umbilicus.
